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Abstract
Diversion colitis (DC) involves nonspeciﬁc colonic inﬂammation following surgical diversion of the fecal stream away from
the upstream colon. Although most patients are asymptomatic, endoscopic evidence of DC can be found in the majority of
patients after diversion. Clinical symptoms include abdominal pain or discomfort, tenemus, and rectal bleeding and
discharge. Endoscopically, mucosal edema, erythema, friability, erosions or ulcerations, exudates, and mucosal nodularity
can be observed. Histopathologically, diffuse inﬂammation, crypt architectural abnormalities, crypt abscesses or atrophy,
and lymphoid follicular hyperplasia can be seen. The colonic inﬂammation is generally mild and limited to the mucosa.
The pathogenesis of DC is unclear. Restoring the fecal stream to the affected colon segment reverses DC. Conservative
treatment options, such as enemas, may offer symptomatic improvement. In this video presentation, the endoscopic and
pathological ﬁndings associated with DC are described. This article is part of an expert video encyclopedia.
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Video Related to this Article
Material
• Colonoscopes (Olympus CF and PCF-Q180; Olympus
America, Center Valley, PA, USA).
Background and Endoscopic Procedure
Diversion colitis (DC) involves nonspeciﬁc colonic inﬂam-
mation following surgical diversion of the fecal stream away
from the upstream colon.1–3 Although most patients are
asymptomatic, endoscopic evidence of DC can be found in
the majority of patients after diversion.4–6 Clinical symptoms
include abdominal pain or discomfort, tenemus, and rectal
bleeding and discharge. In one study, approximately 30%
of patients without ulcerative colitis developed sympto-
matic DC after fecal diversion.7 Endoscopically, mucosal
edema, erythema, friability, erosions or ulcerations, exudates,
and mucosal nodularity can be observed.8
Histopathologically, diffuse inﬂammation, crypt archi-
tectural abnormalities, crypt abscesses or atrophy, and lymph-
oid follicular hyperplasia can be seen.9–11 Lymphoid follicular
hyperplasia is a classical pathological ﬁnding and the diffuse
nodularity often found on endoscopy. The colonic inﬂam-
mation is generally mild and limited to the mucosa.
The pathogenesis of DC is unknown. It is hypothesized
that the absence of short-chain fatty acids in the diverted
colonic segment contributes to the pathogenesis of DC. Bu-
tyrate and other short-chain fatty acids, which are normally
produced from the breakdown of complex carbohydrates by
bacterial ﬂora are likely the preferred energy substrate for
distal colonic epithelial cells. The role of ischemia and bac-
terial infection in the pathogenesis of DC requires further
elucidation.
Surgery by restoring the fecal stream to the affected
colon segment reverses DC. Conservative treatment options
may improve symptoms related to DC. Variable success
has been achieved with enemas with short-chain fatty acids,
5-amino salicylic acid (5-ASA), and a combination of
5-ASA and butyrate (100 mM).1–3 In one report, short-
chain fatty acids enema consisted of twice daily application
of acetate 60 mM, propionate 30 mM, and n-butyrate
40 mM.12
Key Learning Points/Tips and Tricks
• DC comprises nonspeciﬁc colonic inﬂammation following
surgical diversion of the fecal stream away from the
upstream colon.
• Although most patients are asymptomatic, endoscopic
evidence of DC can be found in the majority of patients
after diversion.
• Endoscopic ﬁndings include:
J Mucosal edema, erythema, and friability.
J Erosions or ulcerations.
J Exudates.
J Mucosal nodularity.
• Pathological ﬁndings include:
J Diffuse and mild inﬂammation.
J Crypt architectural abnormalities, crypt abscesses, and
atrophy.
J Lymphoid follicular hyperplasia.
This article is part of an expert video encyclopedia. Click here for the full
Table of Contents.
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• Restoring the fecal stream to the affected colon segment
reverses DC.
• Conservative treatment options, such as various enemas,
may offer symptomatic relief for DC.
Scripted Voiceover
Time
(min:sec)
Voiceover text
00:01 Diversion colitis involves non-speciﬁc colonic
inﬂammation following surgical diversion of the fecal
stream away from the upstream colon.
00:17 Endoscopically, mucosal edema, erythema, friability,
erosions or ulcerations, exudates, and mucosal
nodularity can be observed.
00:35 Although most patients are asymptomatic, endoscopic
evidence of diversion colitis can be found in the majority
of patients after diversion.
00:49 Clinical symptoms include abdominal pain or discomfort,
tenesmus, and rectal bleeding and discharge.
01:01 The pathogenesis of diversion colitis is unknown. It is
hypothesized that the absence of short chain fatty acids
in the diverted colonic segment contributes to the
pathogenesis of diversion colitis.
01:26 Although suggested, ischemia and bacterial infection have
not be conﬁrmed in the pathogenesis of diversion colitis.
01:38 Restoring the fecal stream to the affected colon segment
reverses diversion colitis.
01:48 Conservative treatment options may improve symptoms
related to diversion colitis.
02:01 Histopathologically, diffuse inﬂammation, crypt abscesses
or atrophy, and lymphoid follicular hyperplasia can be
seen.
02:15 Lymphoid follicular hyperplasia is a classical pathological
ﬁnding and attributes to the diffuse nodularity often
found on endoscopy.
02:28 The colonic inﬂammation is generally mild and limited to
the mucosa.
02:40 In these images, inﬂammation, crypt distortion and
atrophy are observed.
02:52 Thank you for your attention.
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